She suddenly developed generalized peritonitis 16 h after the administration of the enema. Her renal function had deteriorated markedly with a serum creatinine rising to 305 mmolll and serum potassium to 7.2 mmolll from 60 mmolll and 4.3 mmolll, respectively, at admission.
Journal of the Royal Society of Medicine Volume 83 January 1990 55 Two months later a barium enema was performed per rectum and per stoma prior to successful reanastomosis of the colon; there was no evidence of a stricture.
Discussion
The sequence of events here was undoubtedly an initial mucosal laceration from the tip of the rectal tube and subsequent extravasation of the hypertonic phosphate solution into the submucosal plane, where it caused mucosal necrosis and localized perforation. A unique feature of this case was the high level of the perforation, induced by the rectal tube. Similar circumstances below the peritoneal reflection are less likely to be diagnosed promptly, leading to rectal gangrene and pelvic sepsis. The severity of this lesion and the biochemical derangement are not in keeping with simple perforation and accompanying sepsis. Clearly enema nozzles must be short and pliable, and phosphate enemata should not be administered when a breach of the mucosa is suspected. Leber's optic neuropathy is characterized by a history of bilateral rapid loss of central vision, first of one eye followed by the second within a few weeks to months. It predominantly affects men in early adult life'. The physical signs classically seen are circumpapillary telangiectatic microangiopathy and swelling of the nerve fibre layer around the optic disc, but no leakage of dye from the disc or papillary regions during fluorescein angiography«, The diagnosis is made on clinical grounds in the presence of a positive family history. The pattern of inheritance has not been fully elucidated but geneological studies have found evidence for a maternal or cytoplasmic mode of inheritance":". Leber's disease is associated with cardiovascular symptoms and ECG abnormalities, but mitral valve prolapse has not been previously documented in this condition.
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Case report
A previously fit 44-year-old man presented in 1986 with chest pain of sudden onset whilst at work. An electrocardiograph (ECG) taken at the time showed inverted T waves in leads 1,2, aVL, aVF, V5 and V6 and ST depression in V1-V3 with voltage criteria of left ventricular hypertrophy. The ECG did not change and serial cardiac enzymes were normal. Auscultation was unremarkable but 2D echo confirmed the presence of mitral valve prolapse. Cardiac catheterization confirmed the presence of mitral valve prolapse and revealed normal coronary artery anatomy.
He remained well until March 1988, when he presented with a 2 month history of blurred vision in his left eye. He denied any cardiological symptoms. Family history revealed that his mother ( Figure 1 ) suffered bilateral visual loss at the age of 8 years and had documented bilateral optic atrophy. His nephew (Figure 1 , III 1) experienced rapid bilateral visual loss at the age of 19 and was diagnosed as having Leber's optic neuropathy.
General examination revealed a late soft systolic murmur at the cardiac apex. Ophthalmological examination revealed a visual acuity in the right eye of 6/5 and 6/60 in the left. A left afferent pupillary defect was detected as well as a 0141-0768/90/ 010055-02/$02.00/0 © 1990 The Royal Society of Medicine left central scotoma. The optic nerves were of normal size and colour with dilated capillaries on both discs which did not show leakage on fluorescein angiography.
Investigations revealed a normal blood count, biochemical screen, clotting studies and ESR. In addition antibody screen for rheumatoid factor, and anti-nuclear factor were negative, as was syphilis serology.
Cerebrospinal fluid examination at lumbar puncture revealed an opening pressure of 180 mm water with a cerebrospinal fluid white count less than 1 million, protein 0.2 gil, with no oligoclonal bands. Nuclear magnetic resonance scanning using STIR sequences, detected an increased signal in the left optic nerve. The right optic nerve signal was normal and no other lesions were seen.
Discussion
As far as we are aware the case reported here represents the first description of an association between Leber's optic neuropathy and mitral valve prolapse. The cardiovascular abnormalities recently described in affected families with Leber's disease include; ECG abnormalities in the offspring of the female carriers, which may be unassociated with ocular pathology". Indeed cardiovascular symptoms, usually palpitations, were originally reported by Leber in 1871 6 • In the largest study of this type", 51% of a total of 79 individuals from descending female lines in four affected families displayed ECG abnormalities which included: pre-excitation syndromes (Wolff-Parkinson-White and Lown-Ganong-Levine); deep Q waves and unusually tall R waves in leads V4-V6: non-specific ST segment changes: right bundle branch block and voltage criteria of left and right ventricular hypertrophy: atrial fibrillation. Most subjects were asymptomatic, but echocardiography which was performed in 11 of the individuals, suggested in some cases the presence of cardiomyopathy", The patient
Meeting report
Viral infections transmitted by blood transfusion
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Dr John Barbara (North London Blood Transfusion
Service) described the typical blood transmitted virus as one where an inapparent carrier state was established, where the virus was stable in blood and where a long incubation period was often found. Most diagnostic methods were based on the detection of past infection through IgG antibodies rather than the detection of antigen itself; hepatitis B surface antigen is the exception rather than the rule. He noted that many of these infections are sexually transmitted and therefore encouragement of self-exclusion by donors in risk categories is recommended.
Dr Barbara identified four main problems from the blood transfusion standpoint: (l) The need for rapid release of blood products for patient therapy means that sensitive and specific assays are required which must also be simple and fast.
(2) Since plasma donations are pooled for fractionation in up to 20 000 units, one infected contribution could contaminate a whole pool. described here had some of the ECG abnormalities previously described, including the voltage criteria for left ventricular hypertrophy. The case is unique in that echocardiography did not confirm this ECG abnormality, but showed mitral valve prolapse confirmed on cardiac angiography. Furthermore no evidence was found of optic neuropathy on initial presentation, when his complaints were entirely cardiological.
We conclude that mitral value prolapse may be associated with Leber's optic atrophy. As mitral valve prolapse is associated with atrial dysrhythmias, it may be responsible for some of the dysrhythmias which occur in Leber's disease. Secondly, the ECG changes ofleft ventricular hypertrophy may not reflect true ventricular wall enlargement in these patients, as confirmed in this case by echocardiography and cardiac angiography. For these reasons we recommend that the patients with Leber's optic neuropathy and their asymptomatic relatives be submitted to echocardiography as well as routine ECG.
(3) Clerical errors could be disastrous and so the development of computer transfer of individual donor data has been particularly useful. (4) There is a need for long-term maintenance of lists of deferred donors to be kept in a confidential manner.
Dr S Cameron (University College and Middlesex
School of Medicine) reviewed hepatitis A, Band D and emphasized that hepatitis D virus infection could be prevented by immunization against hepatitis B.
Professor Howard Thomas (St Mary's Hospital
School of Medicine) emphasized that the clinical diagnosis of non-A non-B hepatitis required biochemical hepatitis, evidence of transmission (eg by blood transfusion) and exclusion of other agents known to cause hepatitis. Clinically, there appear to be three distinct groups although one or more viruses could cause one or more of these presentations. The parenterally acquired long incubation type (6-10 weeks) produces mild disease although 20-50% might develop chronic hepatitis, usually chronic persistent hepatitis but sometimes mild chronic active hepatitis. The parenteral short incubation type is especially associated with factor VIII concentrates and presents with fluctuating liver function tests and on biopsy reveals a lobular hepatitis progressing to chronic active hepatitis. This type had been transmitted to primates. The enterally transmitted epidemic type of non-A non-B hepatitis had an incubation period of
